A 75-year-old right-handed man was admitted to our emergency department complaining of involuntary barking episodes which had been occurring over the last 12 h. According to his wife, he had initially had a two-minute episode from sleep which had involved a tonic contraction of the upper extremities in addition to jaw locking. After waking, he had developed intermittent episodes of 'barking' and lip smacking, each lasting for 30-45 s. He had retained consciousness in all of these episodes, but had had at least 7-10 of these attacks. Seven months prior to his admission, he had had a mild lacunar stroke affecting his right basal ganglia and causing mild left-sided paresis; however, the sequelae of this stroke been resolved completely within 2 weeks.
Investigations including ECG; full blood count; blood sugar, serum electrolyte, calcium, urea and creatinine levels; liver and thyroid function tests; and urine analysis were normal. Brain MRI only showed diffuse areas of low signal intensity in the deep white matter of the frontal and occipital lobes, as well as in the periventricular areas and the centrum semiovale.
A 45-min waking EEG recording showed a normal and symmetrical background rhythm; however, on one occasion, this normal pattern was interrupted by runs of two per second slow waves that were mixed with low-voltage spikes in the left temporal lobe. These changes were maximal in the left midtemporal area (T3). The abnormal activity spread rapidly to the right temporal lobe (Figs. 1 and 2) and was followed after 4 s by clinical manifestations of barking and lip smacking appeared that lasted approximately 30 s (Fig. 1) . After the resolution of this activity, the EEG reverted to its usual background rhythm.
A diagnosis of simple partial seizures was made and the patient was treated with 400 mg of intravenous valproic acid every eight hours. The frequency of the episodes gradually decreased and terminated after 24 h. Thereafter, the patient was placed on 400 mg of oral valproate three times a day and discharged on day four with a normal EEG in the awake state. He has remained symptom-free over twelve weeks of follow-up when valproate was reduced to 500 mg twice daily. A 75-year-old right-handed man was admitted to our emergency department complaining of recurrent episodes of involuntary 'barking' within the past 12 h. The episodes had occurred after an initial twominute attack from sleep involving tonic contraction of the upper extremities and jaw locking. By the time of admission, the patient had had a total of at least 7-10 'barking' episodes, each lasting 30-45 s. Seven months prior to his current admission, the patient had had a minor ischemic stroke causing mild left paresis, which had resolved completely. His awake EEG revealed a normal background pattern interrupted by runs of two per second slow waves mixed with low-voltage spikes in the left temporal lobe with a left mid-temporal emphasis. The patient was diagnosed with recurrent simple partial seizures, and treatment with intravenous valproic acid was initiated. He was discharged four days later without having experienced any further barking episodes. Atypical presentations of the epileptic seizures have been described in the literature, but ictal barking is very rare manifestation of epilepsy.
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Discussion
The semiology of seizures is of utmost importance not only in terms of the diagnosis of paroxysmal neurological events but also in terms of localisation of epileptic activity. Ictal non-speech vocalisations have previously been described as manifestations of either frontal or temporal epileptogenicity, typically starting in the dominant hemisphere. 1 Certain locations when stimulated, such as Broca's area, the supplementary motor area and the anterior cingulate gyrus, will elicit vocalisation. [2] [3] [4] [5] An intrinsic, intralobar epileptogenic neural network in either hemisphere may act as a conduit into the limbic and memory circuits without laterality bias and manifest as 'barking'. 1 Our literature review only identified two previous studies that specifically addressed ictal 'barking' -originating from the mesial frontal and temporal lobes. 1, 6 We present a unique case manifesting with 'barking' episodes as a manifestation of a cluster of simple partial seizures over the course of one day. The patient remained conscious and responsive during the entire duration of the attacks. The previous stroke is unlikely to have been the cause of the attacks because the EEG focus was not concordant with the site of the stroke.
It has been proposed that various types of non-speech vocalisation (i.e., screaming, grunting, hooting and humming), with 'barking' being the most distinctive, suggest an underlying mechanism that involves circuitries that subserve a learned activity. The motor expressions of genetically determined neuronal aggregates in the mesencephalon, pons, and spinal cord subserve innate behaviour required for survival. Such behaviour bears the quality of a physiological movement and may be hyperkinetic in nature. 7, 8 In addition, this behaviour may be related to the socalled central pattern generator. Tassinari et al. 7 proposed that in seizures, the epileptic discharges could act as a trigger for the appearance of such behaviour. If it had not been for the typical ictal EEG changes, we would have considered phonic tics, Tourette's syndrome and orofacial dyskinesia in our differential diagnoses. Tics are usually simple short-lasting events, which can typically be temporarily suppressed by patients. However, Tourette's syndrome is commonly accompanied by multiple motor components and generally manifests at a younger age. Although orofacial dyskinesia are common in this age group, they are generally not accompanied by complex motor components and preceded by a history of antipsychotic drug use. What is more, orofacial dyskinesia rarely causes the kind of vocalisation seen in this case.
